The present study was designed to examine the development of hypertension in diabetic rats treated with streptozotocin (STZ, lmg/g bw). The rats were studied at 3, 6, 9, 12 and 15 weeks. From the third week the rats were divided in diabetic rats according their glycemias and controls, along 15 weeks. After the third week a group of rats showed increased urinary protein excretion (93, 134, 155 and 191%) compared to controls. ,In this group of rats the urinary kallikrein excretion was lower than control and the systolic blood pressure became significantly elevated between 3 and 6 weeks and persisted up to 15 weeks. On the other hand a group of diabetic rats were normotensive with urinary protein excretion similar to controls and urinary kallikrein lower compared to control but significantly higher compared diabetic hypertensive rats. These data suggest that the association of progressive diabetic nephropathy with abnormal endothelium-dependent vasodilation may produce a high prevalence of hypertensive diabetes.
INTRODUCTION
Renal kallikrein is a senine protease located in the distal cortical nephron. Ill By its action on kininogen substrate it generates potent vasoactive kinins. Several observations link this enzyme and its product to the regulation of hemodynamic and ion transporting processes. Diabetes mellitus and hypertension are common chronic conditions which frequently coexist. According to Viberti et a/. [2] the progression of diabetic nephropathy appears to be closely related to The para-nitroanilide (pNA) released by enzymatic reaction on the substrate was measured calorimetrically to determine kallikrein activity. [7] Statistical Analysis Data are expressed as mean +/-SEM. Differ (13, 18 , 21, 27 and 32% respectively). On the other hand diabetic rats with moderated proteinuria and low kallikrein after the 6th week showed no significant differences of SBP vs. control rats (Fig. 4) .
DISCUSSION
The present study has [12] essential hypertension accounts for the majority of cases of hypertension in the diabetic population, and the pathogenesis of essential hypertension in diabetic patients is considered to be similar to that in non diabetic patients. I31 Furthermore an study by Knowler et al. [14] 
